TO THE EDITOR: Cannesson et al. (1) hypothesize that the effect of phenylephrine (PE) on cardiac output (CO) is dependent on the volume state of the cardiovascular system. This system may be dependent or independent of volume assessed from increase in CO by fluid bolus. In the independent state, PE decreases CO explained by increased afterload. In the dependent state, PE increases CO explained by mobilization of splanchnic capacitance, increasing right atrial pressure (RAP) and CO. Authors refer to Magder (6) in support of this duality. However, afterload of this magnitude hardly opposes CO [see Herndon and Sagawa (4)]. We suggest that COfp decreases 14 s prior to minimum IVCfp in the independent state depending on preload from pulmonary circulation. PE is a vasoconstrictor in pulmonary circulation, which, according to Thiele et al. (8), is rich in ␣ 1 -receptors. The reduction in COfp coincident with increase in MAP may be due to increase in pulmonary vascular resistance (PVR). Where is flow, measured by IVCfp, deposited in the independent state during this period? What are the changes in pulmonary artery pressures? Magder's editorial based the duality on the balance between splanchnic mobilization (preponderant in dependent state) and increase in resistance to venous return (RVR) (preponderant in independent state). Magder's suggestion is supported by the experimental data of Cannesson et al.
however, dilate in response to ␤ 2 -activity and decrease RVR. Explanation to the data of Cannesson et al. may be found in the balance between ␣ 1 -and ␤ 2 -activities. The independent, hypervolemic state, presumably, has a low endogenous sympathetic activity. The animals respond with vasoconstriction, increased P ms , and RVR when subjected to exogenous pure ␣ 1 -activity. In the dependent hypovolemic state, animals with intact reflexes respond to exsanguination with higher endogenous sympathetic activity and recruit volume from splanchnic capacitance via ␣ 1 -activation, facilitated by decreased downstream RVR via ␤ 2 -activity.
It seems plausible that the vasoconstrictive effect of exogenous pure ␣ 1 -agonism is partly counteracted by endogenous ␤ 2 -activity.
In summary, the cause of the differential effects of PE on CO in hypo-vs. hypervolemic states is not to be sought in the effect on cardiac function, but in the action of PE on the venous return function and the interplay between the numerous factors governing splanchnic circulation (2).
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